Sirs: In environmental reduplicative paramnesia (RP), one or more environments are believed to exist simultaneously in two or more locations. We report a clinical and neuropathological description of a patient presenting with the remarkably rare association of atypical Alzheimer's disease (AD) and RP.
A 75-year old man in good physical health presented with delirium caused by flupentixol/ melitracene and nitrazepam given for a minor depressive syndrome that disappeared after stopping medication and introducing clomethiazole. Neuropsychological assessment revealed moderate memory and executive deficits (Case summary in Table 1 ). Nine months later, difficulties in activities of daily living arose. His cognitive performance was unchanged or better except for delayed recall. A further nine months later, both his cognitive impairment and functional dependency increased dramatically. Within the interval of a few weeks, the patient developed RP. When asked where he was he would say he was in another town, in an apartment identical to the one where he lived. He believed his apartment and building had been transported to that other town and were now located in both places. He was unable to explain how this could be possible although he wondered why someone had rebuilt his house elsewhere. He was afraid he would have to pay two rents for the two identical houses, apartments, and TV sets. He died ultimately of bronchopneumonia 4 years after his first presentation with delirium in a stage of advanced dementia.
Tissue samples from 32 brain regions were stained with hematoxylin-eosin, luxol-fast-blue-van Gieson, and Gallyas-silver tech- Histological analysis confirmed the neuropathological diagnosis of definite AD. Severe neurofibrillary tangle (NFT) formation was observed in the frontal and temporal association cortex whereas NFT density was very low in the entorhinal and occipital cortices and the hippocampus. There were no NFTs in the parietal association cortex. Senile plaque (SP) distribution in this patient was similar to that reported in typical AD cases (cf. Table 2 ). No Lewy bodies or Lewy neurites were seen.
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The regional distribution of NFTs in the hippocampus, the entorhinal and neocortical association areas was atypical and suggested a frontotemporal variant of AD [9] . The gradient of the NFT load may reflect the timing of neocortical NFT invasion. The clinical evolution lends support to this hypothesis: the initial stages were characterized by the predominance of dysexecutive and behavioral impairment and correlated with the highest NFT load in the frontal cortex. The consecutive deterioration may reflect the high NFT load in the temporal association cortex as the progression of NFT within this particular brain area has been shown to be associated with clinically overt dementia [6] .
RP is rare in AD and published cases were either not clearly identified as suffering from RP or the link between the presence of RP and AD was uncertain [4, 5, 11, 13] .
Perceptual and memory problems may not be sufficient to account for the phenomenon of RP in AD [3, 7] . In fact, RP may include an interpretative component through which patients attribute failure to identify correctly places to the outer world rather than to their own self [12] . This delusional interpretation of RP may be due to the frontal lobe impairment frequently linked to RP [1, 4, 5, 12] .
The NFT distribution in our patient suggests the possibility of corticocortical disconnection of the frontal lobes from parietal or temporal areas that may have contributed to the occurrence of RP by disrupting brain circuits that link parietal or temporal areas responsible for place recognition and for similarity and familiarity matching to frontal lobe regions [10, 14, 15] , or connections between closely located areas in the right temporal lobe which are required for the visual recognition of faces and scenes [2, 8] .
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